DISCUSSION ON CEREBRAL VASCULAR DISEASE IN THE YOUNG [Summary]
Sir Charles Symonds (Abstract): These observations will not include any discussion of migraine or subarachnoid hbmorrhage but will be confined to structural lesions of the brain. In older persons the common causes of a cerebral vascular lesion are hemorrhage and thrombosis associated with arterial hypertension or atheroma. Hypertension may also occur in the young, but a cerebral vascular lesion in this setting presents no diagnostic problem. Atheroma in the young is so uncommon that it is one of the last causes to be suspected for a cerebral vascular lesion. If the discussion is limited to patients under the age of 35 and without hypertension the problems of wtiology will be of greater interest.
Cerebral embolism from bacterial endocarditis or mitral stenosis is easily recognized, as also cerebral thrombosis from congenital heart disease or syphilitic arteritis. Cerebral haemorrhage in the young is usually derived from a ruptured aneurysm. HWmorrhage into an angioma is another cause and may be provoked by minor injury. Two unverified cases of this kind were described with lesions in the brain-stem. Delayed traumatic cerebral hemorrhage deserves comment. Leukcmia and purpura may also present. with cerebral hemorrhage. Injury to the carotid artery in the neck may cause cerebral embolism; a case was described. Cerebral embolism may also result from compression of the subclavian artery by cervical rib. Fat embolism and air embolism are also of interest.
Disease of the cerebral arteries in the young, apart from syphilis, is rare. The syndromes which result comprise on the one hand the acute hemiplegias, and on the other hand cases in which the symptoms are scattered, progressive or remittent. Polyarteritis nodosa may cause either syndrome. Atheroma in the young may result in cerebral thrombosis; a case was described with post-mortem findings. There are many cases of what appears to be cerebral arterial thrombosis in the young without explanation. The etiology of these cases was discussed and a case described in which extensive thrombosis of the larger cerebral arteries was found post mortem without arterial disease. Thromboangeitis obliterans of the cerebral vessels may also occur, involving either peripheral branches or main trunks. The differential diagnosis of progressive cerebral thrombosis from cerebral tumour is often difficult and may require air pictures. Thrombosis of the intracranial veins causes symptoms which may be divided into those of increased intracranial pressure, which are due to obstruction of venous outflow from the skull; focal epilepsy or paralysis resulting from local congestion; and cranial nerve palsies from compression.
The pathology and mechanism of these syndromes was discussed. (a) Congenital cerebral angiomas frequently bleed into the subarachnoid space or ventricle giving rise to recurrent attacks of so-called "meningitis". There may have been several such attacks before the diagnosis is arrived at. These angiomas furthermore usually cause epileptic attacks; Jacksonian focal epilepsy in the young Proceedings of the Royal Society of Medicine is not infrequently due to cortical angiomas. Although they may bleed they do not cause cranial nerve palsies nor very often intracerebral bleeding, though they can do so. Surgical treatment does little good unless the angioma is small.
(b) Congenital aneurysms.-These are much commoner than angiomas. My youngest patient was 9 months old. There are three possible ways in which a congenital aneurysm can show itself, (1) by subarachnoid leakage, (2) by compressing the second, third, fourth or (rarely) other cranial nerves, and (3) by intracerebral bleeding. I have almost exhausted my interest in (1) and (2) having seen a great number, but I have found a new interest in intracerebral bleeding, which is the especial feature of aneurysms of the anterior and middle cerebral arteries. In some instances in which a bloody fluid is found on lumbar puncture the blood has arrived there by the intraventricular route: this is especially true of anterior cerebral aneurysms. Stupor is a sign of intracerebral and scarcely at all of purely subarachnoid bleeding. Surgical treatment is sometimes possible.
Dr. J. Purdon Martin: In addition to arterial hemorrhage, thrombosis and embolism we must think of venous hkmorrhage, venous thrombosis and venous embolism; I shall also refer to some cases of venous hlmangioma. Venous thrombosis is much the most common of these conditions; venous haemorrhage is frequently secondary to venous thrombosis and the cases in which it occurs independently are usually traumatic; venous embolism (if it occurs) may be one cause of venous thrombosis. The most important groups of cases of venous lesions are:
(a) Those occurring in association with childbirth. (b) Those occurring in young children. (c) Those due to trauma.
(a) In the cases that are associated with childbirth thrombosed veins are found on the surface of the brain and blood clot may be found in the superior longitudinal sinus, or other of the cranial sinuses. At our Meeting in London last year Dr. Garcin described a most interesting case in which the straight sinus and the great veins of Galen were thrombosed. The thrombosis of the veins is associated with an effusion of blood on the surface of the brain, with discrete hemorrhages into its substance extending to a variable depth and with a variable degree of softening. Subsequently gliosis occurs in the affected area and a depressed scar is left on the surface of the brain. The usual clinical history comprises convulsions of sudden onset, hemiplegia and, eventually, good functional recovery. The cause of the thrombosis in these cases is still unknown, but the possibility of embolism from the veins of the pelvis, or of the lower limbs, must be closely considered. Some embolic material, e.g. a bubble of air, might pass either by way of the right auricle and jugular veins, or by way of the vertebral veins, but it is doubtful whether the former route could be traversed by a solid embolus, since it would be more likely to be diverted into the lungs.
(b) Cases of venous embolism in young children seldom come to autopsy, but a number have been confirmed, e.g. two cases associated with heart disease described a number of years ago by Lhermitte and his co-workers, and studies have also been made by others. The pathological anatomy and the clinical features of these cases in children are very similar to those in the cases already referred to. It is possible that the condition of lobar sclerosis found in later life in subjects of infantile hemiplegia is a consequence of thrombosis of veins with hemorrhage and subsequent gliosis.
(c) The traumatic cases are of different types. Thrombosis of the superior longitudinal sinus consequent upon superficial gunshot wounds of the brain and its clinical features were described by Holmes and Sargent, and in rare instances a similar syndrome may result in cases of closed head injury. It is now generally agreed that chronic subdural hematoma results from venous haemorrhage and there are cases of subarachnoid haemorrhage following trauma (with or without concussion) in which the bleeding is probably of venous origin.
As special instances of venous thrombosis (confirmed by autopsy) I will refer to a 48 770 49 Section of Neurology 771 case of necrosis of the anterior pituitary gland following collapse in childbirth in which the veins in the pituitary, stalk were found to be thrombosed; and to a case in which the rupture of an aneurysm in the cavernous sinus was followed by thrombosis of the cavernous sinus on both sides and their connecting sinuses.
In two cases of venous hxmangioma of the pons (with anatomical findings) the clinical features were in many ways similar to those of disseminated sclerosis. [May 28, 1948] JOINT MEETING WITH THE SOCIEJTEI DE NEUROLOGIE DE PARIS AT L 'HOPITAL STE. ANNE, PARIS DISCUSSION ON INTRACRANIAL HYPOTENSION [Abstract] Dr. P. Puech: I. Introduction.-Intracranial hypotension comes into the framework of disturbances of cerebromeningeal hydrodynamics, that is, it is one of the -hydraulic reactions of the brain and its envelopes to the most diverse processes: a vast chapter in general and nervous pathology.
Professor Leriche will show how, while studying the clinical manifestations formerly attributed to post-traumatic intra-cranial hypertension, he was led to identify hypotension.
Following this, Doctors P. Puech, P. Guilly, J. Morice and M. Brun will consider the principal forms of hypotension, some of which are associated with other disturbances of cerebromeningeal hydrodynamics. Their discussion will be based on 238 cases of hypotension, confirmed at operation.
Finally, Professor Petit-Dutaillis, with Doctor G. Guiot, will describe the therapeutic indications in hypotension.
Professor R. Leriche: IL Post-traumatic hypotension of the cerebrospinal fluid. The existence of hypotension was established in 1915-16 as a result of the following observations in minor head wounds and in trephined patients with depressed scars:
(1) Hypotension shown by the manometer after lumbar puncture.
(2) Restoration of pressure by subcutaneous or intravenous injections of artificial serum.
(3) Disappearance of headache and other symptoms at the same time, with (4) Bulging of the depressed scars. A little later, in 1920, it was observed in closed fractures of the skull that hypotension might develop primarily or secondarily as well as hypertension, and with almost identical symptoms which disappeared immediately after the intravenous injection of 40 c.c. of distilled water. This led to the interpretation of the symptoms of fracture of the petrous portion of the temporal bone or of the lamina cribrosa with loss of fluid as being due to hypotension. The injection of distilled water caused all the symptoms (coma, hyperthermia, slow pulse) to disappear at the same time as fluid escaped in jets through the ear or nose. Similar observations were made in Jacksonian epilepsy during fits, when hypotension is perhaps as frequent as hypertension.
During the same period it was observed that secondary fistulization of the ventricle after the removal of splinters in the brain, followed by abundant loss of fluid, was accompanied by hyperthermia (39-40' C.), cyanosis and peripheral coldness. The intravenous injection of distilled water caused all the symptoms to disappear in a few moments.
An analysis of what had been seen (collapse of the walls of the ventricle) led to the supposition that in severe hypotension there was a disturbance of ventricular form, a collapse which affected the function of the vegetativ.e centres.
This hypothesis fitted a case which had been observed in 1915, of great loss of ventricular tissue, with coma and hyperthermia. Filling of the ventricle with an iodoform paste liquefied by heat had brought about a temporary recovery of the
